In primary generalised epilepsy, imaging procedures seldom detect structural abnormalities that correlate with areas of altered cerebral function. Thus Gastaut and Gastaut,' reporting on 401 computed tomography (CT) scans in a sample of 500 consecutive patients with epilepsy, found 900o of their 73 patients with primary generalised epilepsy (idiopathic) to have normal brain scans. The percentage of positive scans, however, rose to 61 00 and 630o for secondary generalised and partial seizures respectively, the CT abnormalities reflecting the presence of demonstrable brain pathology, such as atrophy or space occupying lesions. More unusual is the presence of well demarcated, often contrast enhancing, lesions that appear during various types of ictal activity and disappear either spontaneously, or in response to the control of seizure activity brought about by anticonvulsant drugs alone,2-5 or with the addition of steroids. 6 In the reports no mention has been made of any psychiatric symptomatology occurring in these patients. We She was treated with a combination of chlorpromazine and carbamazepine. Her seizures were clinically controlled although her EEG continued to show persistent background right sided abnormalities, with paroxysmal activity in the right posterior temporal region. Two follow up scans remained normal ( fig 2B) .
Over a period of three months her mental state became normal, although when placed under stress, auditory hallucinations transiently reappeared. She was eventually discharged on carbamazepine 200 mgms four times a day. At follow-up examination a year later, she had remained free from seizures and psychotic symptoms, although her boyfriend described her as prone to paroxysmal and violent outbursts.
Discussion
These two cases had a number of points in common. Both experienced epileptic seizures, had transient focal CT abnormalities and developed schizophrenic symptomatology in the absence of previous psychiatric illness. There were also a number of important differences between the two cases. The first patient, who was considerably older, presented with a paranoid state and prominent affective symptoms whereas in the second patient psychotic symptoms developed following epileptic activity. Seizure activity was also different, with generalised tonic-clonic seizures appearing in the first and partial complex seizures progressing to secondary generalised in the second.
The cause of epilepsy in our patients remains unclear. In the first case, the large increase in her neuroleptic miedication in the week before the onset of her seizures may have played an important role. Toone and Fenton8 reported similar occurrences in 39 of their 41 psychiatric patients who developed generalised epileptic seizures de novo without localising signs. No such precipitating factor was present in the second patient. The severe disturbance in the level of consciouness, persistent seizures and EEG abnormalities point towards a primary organic insult, despite the difficulties in making a precise diagnosis.
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Although it is uncommon for schizophrenia to begin at the age of 50, it seems likely that in our first patient this was the primary diagnosis. The fact that she has had no subsequent seizures, and that she has been intermittently psychotic over the years, would support this assumption. In our second patient, however, the psychosis began two months after the onset of epilepsy and a month after the lesion on CT had disappeared. By this time, although her EEG remained grossly abnormal epileptic attacks had ceased. The course of her illness would suggest that the primary brain insult was responsible both for the epilepsy and psychosis, in a way similar to suggestions by Slater et al9 explaining the association between epilepsy and schizophrenia. The possibility ofa steroid induced psychosis in our two patients was considered most unlikely, as the necessary temporal relationship between the psychosis and treatment was not present.
In neither of the two cases could an obvious cause be found to explain these disappearing lesions. In the first case, the aetiology was initially thought to be either vascular (for example, microvascular malformations, rupture of a small angioma), or the result of focal encephalitis, but the absence of any relevant clinical or laboratory findings and the rapid resolution of the lesion makes this unlikely. An encephalitic process was also considererd as a possibility in the second case, but thought unlikely to explain the well circumscribed CT lesion.
There remains the possibility that these transient CT findings could be the result, rather than the cause of the focal seizure activity. Similar An alternative explanation is that pre-existing focal cerebral pathology, such as gliosis, only becomes apparent on CT when oedema associated with ictal activity is present.4 This agrees with the PET findings of Kuhl et al,4
who have shown decreased local cerebral glucose utilisation in the interictal period in areas that appeared normal on CT. The gliosis theory, however, appears unlikely in our two patients as there was no history of previous brain insults.
In summary, two cases of epilepsy, psychosis and disappearing lesions on CT are presented. While at present the exact nature of the pathogenesis is unclear, future improvements in imaging techniques may explain more fully the mechanisms underlying this rare triad.
